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COMMENTARY Open Access
Dysbiotic drift and biopsychosocial
medicine: how the microbiome links
personal, public and planetary health
Susan L. Prescott1, Ganesa Wegienka2, Alan C. Logan3* and David L. Katz4
Abstract
The emerging concept of planetary health emphasizes that the health of human civilization is intricately connected
to the health of natural systems within the Earth’s biosphere; here, we focus on the rapidly progressing microbiome
science - the microbiota-mental health research in particular - as a way to illustrate the pathways by which
exposure to biodiversity supports health. Microbiome science is illuminating the ways in which stress,
socioeconomic disadvantage and social polices interact with lifestyle and behaviour to influence the micro and
macro-level biodiversity that otherwise mediates health. Although the unfolding microbiome and mental health
research is dominated by optimism in biomedical solutions (e.g. probiotics, prebiotics), we focus on the upstream
psychosocial and ecological factors implicated in dysbiosis; we connect grand scale biodiversity in the external
environment with differences in human-associated microbiota, and, by extension, differences in immune function
and mental outlook. We argue that the success of planetary health as a new concept will be strengthened by a
more sophisticated understanding of the ways in which individuals develop emotional connections to nature
(nature relatedness) and the social policies and practices which facilitate or inhibit the pro-environmental values
that otherwise support personal, public and planetary health.
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Background
“Even with all our medical technologies, we cannot have
well humans on a sick planet. Planetary health is essen-
tial for the well being of every living creature. Future
healthcare professionals must envisage their role within
this larger context, or their efforts will fail in their basic
objective. Although until recently healthcare providers
could ignore this larger context, such neglect can no
longer be accepted” [1].
Thomas Berry, 1992.
The term planetary health, popularized in the
1980s–1990s, underscores that human health cannot
be uncoupled from the health of natural systems
within the Earth’s biosphere. In their 1991 textbook
on biopsychosocial medicine, psychologists Judith
Green and Robert Shellenberger underscored that
“planetary health is not separate from our own” [2].
More recently, the Lancet Commission on Planetary
Health published its keystone report [3]; they concluded
that political, economic and social systems – the policies
and practices which define modernity - intersect with all
life on planet Earth. Specifically, planetary health was for-
mally defined in this context as “the health of human
civilization and the state of the natural systems on which
it depends”, and one of the primary goals of the planetary
health concept is to find ‘solutions to health risks posed by
our poor stewardship of our planet’ [3]. The Report
acknowledged that the path to planetary health must run
through a greater understanding of human behaviour in
the context of social, psychological and biological
influences.
The biopsychosocial paradigm is concerned with the
simultaneous attendance to biological, psychological,
and social dimensions of illness [4]. As such, biopsycho-
social medicine is intimately connected to the ecological
theatre in which individuals accumulate their life
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experiences while interacting with other ‘actors’ - fellow
humans and other forms of life on Earth [5]. Global bio-
diversity - that is, the variety of species, their genetic
contribution, and the ecosystems they form - is essential
for the promotion of human health and well-being,
including mental health [6, 7]. However, the clinical
relevancy of this reality often escapes discourse in the
context of biopsychosocial medicine. So, too, researchers
in the new realm of planetary health may overlook the
importance of the biopsychosocial paradigm, privileging
technology and biomedicine in its discourse (as evi-
denced by the absence of the terms ‘psychosocial’ or
‘biopsychosocial’ in the 56-page Lancet Commission on
Planetary Health Report).
While not as readily visible as other species in the na-
tural environment, such as the Giant Panda or Giant Se-
quoia, microorganisms are the unseen form of life in the
ecological theatre that can underscore the importance of
planetary health for human health. Microorganisms may
be best suited to illuminate both the ways in which expos-
ure to biodiversity supports health, and the ways in which
stress, positive and negative emotions and social polices
interact with lifestyle and behaviour to influence the bio-
diversity that mediates health. While biological diversity is
a long recognised feature of healthy environments, a
wealth of new data now reveal how microbial ecosystems
sit at the foundations of the many, diverse natural systems
which sustain human health [8].
Here in our Commentary, we focus on the emerging
microbiome science which serves to underscore the im-
portance of accumulated experiences within the total
lived environment, and how these experiences push
upon biological systems; microbiome science conveni-
ently unifies each portion of the biological, psychological
and social equation which is so critical to personal,
public and planetary health. We underscore at the outset
that despite the remarkable advances in the science of
the micobiome, the body of work remains largely in its
infancy. At this stage, scientists have yet to discover an
‘ideal’ microbiome (although strides are being made in
identifying gut microbial signatures which separate
health and disease [9]), and indeed much of the research
is in the realm of correlation, not causation [10].
However, there is enough microbiome research in place
to allow this ‘unseen’ form of nature - potentially influ-
enced by psycho-social conditions, societal policies and
practices - to help erase the lines between biopsychoso-
cial medicine and planetary health.
Specifically, we will argue that microbiome science is
illustrating that biopsychosocial medicine and the emer-
ging planetary health paradigm are essentially one-in-
the-same; discussions of one necessitates discussions of
the other because the ‘ecosystems’ of political and social
systems shape the ecological theatre (including the un-
seen microbes within urban or natural environments)
which shapes us (Fig. 1). In order to support that argu-
ment, we first explore some of the history and context
of microbiome science, and then turn toward the ways
in which psychosocial factors can influence the human
microbiome in the modern environment. These include
stress, dietary patterns, contact with natural environ-
ments and overall lifestyle. Finally, we discuss pathways
to unify discussions of biopsychosocial medicine and the
emerging paradigm of planetary health.
Microbiome - history and context
In 1988, scientists working in the field of plant ecology
defined the microbiome “as a characteristic microbial
community occupying a reasonably well defined habitat
which has distinct physio-chemical properties. The term
thus not only refers to the microorganisms involved but
also encompasses their theatre of activity” [11]. Now,
Fig. 1 Human Health as Dependent Upon Planetary Health, BioPsychoSocial Inputs as Determinants of Planetary Health
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three decades later, the microbiome has become a core
focus of virtually every branch of science and medicine;
emerging research is shifting the historical vantage, a
place from which microbes were viewed largely, if not
exclusively, as a pathogenic threat. Despite positive
effects on morbidity and mortality, it has now
become clear that successes in the reduction of infec-
tious diseases via non-specific antibiotics has, at least
in part, involved collateral damage to beneficial
microbes. Further, widespread antimicrobial use in
animal rearing practices and unnecessary prescribing
in clinical settings may have untold consequences to
the ecosystems large and small [8, 12].
In many ways, this unseen microbial world – some 1
trillion species in the biosphere [13] and up to 100,000 mi-
crobes on a single grain of sand [14] – is now illuminating
distinct and considerable bridges of connectivity between
all life forms on Earth. For example, disturbances in
microbial ecology are revealed to underpin shifts in soil,
plant, animal and human health with modern industrial-
isation and agricultural practices, including the wide-
spread use of antibiotics, pesticides, and other chemicals
[8, 12, 15]. At the same time, research suggests that the
application of beneficial microbes can improve soil health,
promote the growth of nutrient-dense plants [16], detoxify
environmental pollutants [17] and even buffer against
colony collapse disorder in bees by protecting against the
immunotoxicity of pesticides [18].
Disturbances to the complex commensal microbial
communities - that is, loss of beneficial microorganisms,
and/or the expansion of potentially harmful microbes,
and/or the loss of overall microbial diversity - is termed
dysbiosis [19]. In the context of planetary health, it is
interesting to note that the Greek etymological origin of
dysbiosis translates as ‘difficult living’ or ‘life in distress’;
given the contemporary pressures of climate change, en-
vironmental degradation, grotesque health inequalities,
non-communicable disease (NCDs) epidemics, biodiver-
sity losses, and rapid urbanization, we have argued that
the original meaning of dysbiosis is apropos [20]. As we
will describe in more detail below, dysbiotic drift is a
term used to describe the ways in which the westernized
environment pushes microbial dysbiosis (and ‘life in
distress’) in non-random ways; that is, it pushes more
forcefully on a gradient slanted toward socioeconomic
disadvantage [21].
In the context of biopsychosocial medicine, the micro-
biome is upending how we view the human ‘self ’; from
the biological perspective, it is no longer tenable to view
ourselves as functionally separate from the organisms
that live on and within us [22]. As we accumulate our
life experiences - growing, learning, working, playing
and loving - our Homo sapien protein-coding genes are
massively outnumbered by the microbial genes we carry
[23]. Importantly, the microbiome contributes functional
genes which influence many aspects of human
physiology, including those of the nervous system. Thus,
examining the biological ‘self ’ means looking through
the lens of the holobiont; this term refers to the
multicellular eukaryote and the inseparable colonies of
persistent symbionts which together form a critically
important unit of anatomy, physiology, immunology,
growth, and evolution [24]. Together, the human host
and its microbiome (microbiota and their collective
genomes) are an ecological community existing in an
ecological theatre.
Microbiome, form and function
Throughout healthy natural systems, microbiota contri-
bute to ‘ecosystem services’; they play a role in events ran-
ging from cloud formation [25] to the protection of plants
in the presence of insect predators [26]. For humans, the
microbiome is essential in the maintenance of barriers to
the external environment (e.g. cutaneous structures and
intestinal mucosa), normal ‘training’ of the developing
immune system, protection against pathogens, and the
metabolism of xenobiotics. In addition, the microbiome
sits at the interface of nutrition and metabolism; functions
include nutrient extraction, production of vitamins, trans-
formation of dietary phytochemicals, lipid metabolism,
provision of short chain fatty acid (and a host of other
potentially bioactive metabolites) [5, 27, 28].
Increasingly, metagenomic and other comparative
human studies reveal reduced biodiversity and compo-
sitional alterations of the gut and skin microbiota are as-
sociated with various inflammatory NCDs, including
asthma, allergic and inflammatory bowel diseases, type 1
and type 2 diabetes, obesity, depression and other many
other NCDs [29]. Added to this, there is strong evidence
that a significant component of the risk of many of these
NCDs is programmed in early life – even those that do
not manifest for decades [30], forming the basis for the
developmental origins of health and disease (DOHaD)
hypothesis [31]. As with all bodily systems, the
immature infant microbiota is more vulnerable to envi-
ronmental pressures, paradoxically during a period when
per capita antibiotic usage is most intensive [12]. Count-
less experimental animal models provide confirmatory
data and elucidate mechanistic pathways, including how
early life NCD risk factors (stress, nutrition, antibiotics,
toxins and environmental biodiversity) can mediate their
effects through the developing microbiome [32]. This
suggests that, as with infectious disease, the prevention
and treatment of NCD may also depend on optimising
microbial ecology, albeit in a different way.
This also draws obvious focus to the immune system at
the core of all interactions between the external environ-
mental and the internal body systems [32]. The immune
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system is critically dependent on microbial exposure for
its initial maturation and ongoing function, and dysbiotic
changes in both gut [20] and skin microbiota [33] yield
immune dysregulation and an abnormal propensity for
inflammation [20]. Indeed, aberrant inflammation is the
common pathogenic link between altered gut microbiota
and the diverse array of diseases contributing to the NCD
burden, including mental ill-health. This underscores the
central role of the immune system mediating the multisys-
tem consequences of dysbiosis as well as strategies that
might be employed to overcome it.
The threat of pathogenic microorganisms, of course,
still remains; parasites, soil-transmitted helminths such
as hookworms, large roundworm, and whipworm, still
represent a critically important causes of chronic mor-
bidity in the context of planetary health [34]. On the
other hand, the pathogenicity of these organisms appears
to be determined, at least in part by gut bacteria [35],
and the declining exposure to helminthic parasites and
harmless environmental saprophytes in westernized
nations may compromise immunoregulation. This
‘deficiency’ of exposure (relative to our ancestral past)
has been linked to increased risk of various non-
communicable diseases [36]. In other words, our chal-
lenge is to find the ‘sweet spot’ of controlled exposures
so that we derive benefit from a robust ‘endobiome’ (that
is, the microbial world inside us, and inside the planet-
ary biosphere), while avoiding adverse exposures. That
invites a return to ‘nature,’ but a modified nature that
does not threaten us routinely with malaria and harmful
parasites [37].
Microbiome, the brain and stress
The first clue that microbes have an important role in
brain physiology dates back to a landmark study in 1986;
here, researchers showed differences in brain histamine
levels between conventional and germ-free animals [38].
Researchers also showed that miniscule amounts of
orally administered Campylobacter jejuni activated the
visceral sensory nuclei in the brainstem and promoted
anxious behavior in animals [39]; the mechanism of this
gut microbe-induced brain activity was possible through
direct gut-to-brain communication via the vagus nerve
[40]. In addition, other groups were demonstrating that
various forms of stress - heat, cold, acoustic, crowding,
physical exhaustion, restraint, food deprivation, maternal
separation - could disrupt the normal gastrointestinal
microbiota in animals; this led to early suggestions that
the clinical administration of beneficial microbes might
have positive effects in physical and cognitive fatigue
and improve depressive symptoms [41, 42].
The wellspring of contemporary gut-brain-microbiota
interest is often traced to the landmark (2004) research
of Nobuyuki Sudo and colleagues; this team found that
brain derived neurotrophic factor (BDNF) gene expres-
sion was lower in the hippocampus and the cortex of
germ-free animals compared with conventionally-raised
specific pathogen-free animals. Given the role of BDNF
in nerve plasticity, it was a clear indication that
commensal microbes could influencing brain structure
and function. Moreover, Sudo’s team also demonstrated
enhanced hypothalamic-pituitary-adrenal axis activity
among germ-free animals following acute stress, thus
adding even more strength to the idea that microbiota
are involved in programming the stress response [43].
Separate research groups have also used germ-free and
specific pathogen-free animal models to confirm that
early-life microbial colonization initiates signaling mech-
anisms that impact the neuronal circuits involved in
motor control and anxiety behavior [44].
The pathways by which the microbiome might influence
cognition and mental health are not completely under-
stood, and the reader is referred to elegant papers which
review possible mechanisms in detail [45, 46]. Briefly, the
microbiota–brain–gut axis is thought to communicate via
neural routes (the vagus nerve in particular, which carries
microbially-mediated information to the brain [47]),
humoral signaling molecules (e.g. cytokines), neuropep-
tides and hormonal messengers. Gut microbes influence
the integrity of the intestinal barrier, which, if compro-
mised, can initiate a cascade of low-grade inflammation
and metabolic dysregulation [48]. In addition, the gut
microbiome is central to the realm of nutritional psych-
iatry; gut microbes act upon dietary components ranging
from amino acids (e.g. tryptophan the serotonin precur-
sor) to polyphenols (producing bioactive metabolites)
which are directly and indirectly capable of influencing
mood [49, 50].
Volumes of animal studies have since accumulated on
the effects of stress as a disturbing factor to the micro-
biome; even short-term social stress has been shown to
disturb the mammalian microbiome [51, 52]. These ani-
mal studies are supported by human research which has
linked perceptions of psychological stress, depressive
symptoms and anxiety with microbial dysbiosis [53–56].
In addition, patients with major depressive disorder and
other mental disorders have been noted to have
intestinal microbiome profiles which differ from healthy
controls [57–62]. Moreover, early life antibiotic expo-
sures [63] and repeated antibiotic use in adolescents and
adults [64] have been linked to subsequent depression.
Even aspects of personality such as conscientiousness
have been linked to microbiome signatures in cross-
sectional research [65].
Although the links between human stress and alter-
ations to the microbiome are correlational, and the func-
tional meaning (if any) of these microbiome differences in
human depression/anxiety is an area of strong scientific
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interest [66], there is experimental evidence which argues
for at least some degree of causality. For example, there is
evidence from non-human animals providing a strong
argument that once dysbiosis is in place, the altered
microbiome compounds depression, anxiety and/or cogni-
tive dysfunction. For example, when researchers trans-
plant faecal material from human donors with depression
or anxiety into healthy recipient rodents, these animals
display behaviours indicative of depression and anxiety.
These behavioural changes did not occur when animals
were the recipients of faecal material from healthy human
donors [67–69].
The mechanisms by which stress can cause dysbiosis
are not completely understood; the presence of stress
hormones can directly influence the growth of select
microorganisms and indirectly influence microbial adhe-
sion to mucosal surfaces [70]. Stress can promote the
production of inflammatory signaling chemicals which
subsequently influence dysbiosis, and it can change
gastrointestinal motility, gastric secretions, and other as-
pects of gastrointestinal physiology [71, 72]. Studies in ro-
dents and humans shows that stress impacts dietary
choices; often this translates into the consumption of
highly palatable, energy-dense, nutrient-poor, additive-rich
foods [73–76]. In turn, these are the dietary choices - low
in fiber, phytochemicals and essential fatty acids - which
are implicated in gut microbiome dysbiosis [77, 78].
Biomedical solutions
Unsurprisingly, the emerging gut microbiome-brain re-
search has resulted in much enthusiasm for biomedical
therapeutics which aim to manipulate the microbiome for
mental and neurological benefit [79, 80]; these include the
administration of probiotics (living microbes that when
administered in adequate amounts, confer benefit to the
host [81]), prebiotics (a substrate that is selectively utilized
by host microorganisms with a resultant health benefit
[82]) or encephalo-biotics (non-viable microbes, microbial
parts and/or other agents that influence the microbiome
with resultant benefits in cognition, mental well-being or
brain health [31]). Certainly, there is encouraging re-
search from preliminary human intervention studies
indicating that live [83–85] and even heat-inactivated
microbes [86–89] can positively influence mood, stress,
anxiety and sleep. There is also evidence from human
studies indicating that fermented food consumption (rich
in fatty acids and probiotics) is associated with lower anx-
iety/depressive symptoms [90, 91], improved immune
function under mental stress [92, 93], and changes in
brain activity suggestive of potential value in reducing re-
activity to stressful stimuli [94].
The reader is referred to expert reviews specifically fo-
cused on the therapeutic possibilities of biological,
microbe-based interventions on human mental wellbeing;
undoubtedly there is much promise here. However, in the
discourse concerning the microbiome and mental health,
the social context is often ignored. Some scholars have
questioned the extent to which the biomedical-dominated
microbiome narrative masks the persistent, underlining
psychosocial and ecological drivers of distress, mental dis-
orders and precariousness which contribute to dysbiosis
in both its broad meaning, and its microbial definition. In
the race toward microbiome-targeting biomedicines, it is
necessary to underscore that he holobiont does not exist
in a vacuum; the saliency of the ecological theatre in the
mental health-microbiome discourse is made clear by
examining the environmental factors that have been
linked to microbial dysbiosis (in human and/or animal
studies) in westernized nations and how these overlap
with socioeconomic disadvantage (the populations with
highest risk of distress, depression and mental disorder).
Social context, disadvantage and Dysbiosis
Undoubtedly, there are many biopsychosocial factors
which can influence health and longevity, and there is
much to be learned from nations with notable longe-
vity such as Japan and Sweden (as well as from afflu-
ent nations such as the United States that do not
enjoy high-ranking longevity) [95, 96]. However,
within westernized-industrialized nations, socioeco-
nomic disadvantage is well known to increase the risk
of mortality. Disadvantage may ‘get under the skin’
and manifest, biologically, as allostatic load (the cumula-
tive ‘wear and tear’ of responses to stress) [97, 98]. We
argue that disadvantage in socioeconomic position also
‘gets into the gut’.
Since an individual’s gut microbiome is largely a prod-
uct of environmental exposures rather than genetic in-
heritance, the psychosocial aspects of the microbiome
discourse are critically important [99]. As mentioned
above, the most obvious provocateur of microbial dys-
biosis is the insidious western dietary pattern with its
ultra-processed foods, refined fats and excess sugar
[100]. The absence of colorful fruits and vegetables and
whole grains compounds dysbiosis by its deficiency in
specific nutrient and phytochemical intake (e.g.
polyphenols in whole plant foods, magnesium in green
leafy vegetables and natural nitrate found in vegetables)
[101–103]. In addition, the westernized diet contains
food additives – sodium, emulsifiers, artificial sweet-
eners, phthalates, pesticide residues – that have each
been linked to dysbiosis in humans or animal models
[104–110]. Further, the ways in which the modern
westernized foods are prepared – using high-heat in the
absence of water (e.g. roasting, baking, frying) is increas-
ing the presence of advanced glycation end-products
(AGEs) which have been tied to inflammation, oxidative
stress and microbial dysbiosis [111, 112].
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The dominant presence of highly-processed foods
displaces fresh fruits and vegetables as well as traditional
fermented foods, and in doing so limits the intake of
beneficial microbes that would otherwise be carried with
the latter two groups of foods [113, 114]. The quest to
feed the most people for the lowest cost has reduced star-
vation; however, the continued focus on food production
as an industry rather than as a public health intervention
now pushes nutritional content lower. Perhaps not
surprisingly, child obesity and ultra-processed food con-
sumption have simultaneously increased [115, 116].
However, there are other lifestyle factors implicated in
microbial dysbiosis. Excess alcohol consumption, seden-
tary behavior, improper sleep or disturbances in circadian
rhythms, and tobacco exposure have been linked to dys-
biosis [117–120]. In addition, other exposures – including
those at the neighborhood level - are also implicated;
environmental pollutants including airborne particulate
matter, lead, mercury, polycyclic aromatic hydrocarbons
and phthalates have been linked to intestinal dysbiosis
[110, 121, 122]. Also included on the list of pathways to
dysbiosis, perhaps the most obvious, is antibiotic and anti-
microbial exposure [12]. It is important to underscore that
these are almost exclusively single-exposure studies; how-
ever, the emerging exposome science suggests that there
will be a synergistic and/or cumulative dysbiotic response
to these collective exposures over time [32, 123, 124]. The
cumulative exposures which may erode diversity of the
human microbiome in westernized nations - and its link
to a higher burden of NCDs in SES disadvantaged indivi-
duals and communities - has been described as the ‘dys-
biotic drift’ hypothesis [21].
The dysbiotic drift theory pulls the lens back from single
exposures; when examining the risk factors for dysbiosis it
becomes evident that these are the very same factors
related to the total lived experience in socioeconomic
disadvantage. Psychological stress, westernized diet (with
its missing nutrients and added chemicals, AGEs)
consumption, circadian disruptions, excess alcohol and to-
bacco use, phthalate and environmental chemical expos-
ure, and higher antibiotic prescriptions are not randomly
distributed. These factors of the exposome press upon the
microbiome along SES lines [21, 31]. Indeed, mucosal bi-
opsy samples (one of the more accurate ways to sample
the intestinal microbiome) demonstrate reduced diversity
of the intestinal microbiome among residents of disad-
vantaged neighbourhoods in North America [125].
In sum, a mix of pre-clinical and human studies
demonstrate that the very same lifestyle factors that are
connected to NCDs are interconnected with distur-
bances to the microbiome. While the composition of the
‘ideal microbiome’ is yet unidentified, and likely to re-
main so in the near-term, there is enough research to
suggest that once in place, dysbiosis may amplify the risk
of NCDs. Again, the impact of dysbiotic forces are no
doubt greater in early life before a mature microbiome
has been established. The early-life application of
microbial biomedicine such as probiotics may hold the
greatest promise as an intervention for subsequent,
later-life mental health and healthy cognitive function
[126]; however, the dominance of biomedical solutions,
and marketing of those remedies, can obscure upstream
‘causes of the causes’ and ignore opportunity for preven-
tion of dysbiosis.
Thus, biomedicine is attempting to undo dysbiosis (life
in distress) by manufacturing drug-oriented solutions for
the problem of microbial dysbiosis; at the same time, the
problem of both dysbiosis (life in distress) and microbial
dysbiosis is being manufactured, at least in part, by a
system in which the multinational marketing of dysbiotic
products is left unchecked. Available evidence shows
that marketing effectively influences childhood dietary
choices [127]. It also shows that those dietary choices
are interwoven with multiple lifestyle factors - screen
time, sleep, stress, and environmental availability of food
choices. As stated succinctly in The Lancet (2013),
profits in the ultra-processed food, alcohol and tobacco
industries encourage pandemics of NCDs [128]. Experts
in biopsychosocial medicine must assess to what extent
dysbiosis in the modern environment is sustained by the
marketing of unhealthy choices and an overall lifestyle
which is at odds with the prevention of NCDs [129–135]
and to what extent do social policies maintain or
mitigate the maintenance of dysbiosis, especially along
socioeconomic lines.
Planetary context
Returning to the concept of planetary health - the inter-
connectivity of the health of human civilization and that
of natural systems - the microbiome science revolution
is at once an important area for research and clinical
consideration, and a metaphor for a broken system.
Microbiome science underscores the decades-old mes-
sage of biopsychosocial medicine - that the patient in
the waiting room, whether in attendance for a wellness,
preventative, diagnostic or treatment visit - is a manifest-
ation of the total environment in which they live, and
have lived [32].
Based on research involving the dwindling populations
of those living in relative isolation from westernization
and urbanization, our hunter-gatherer ancestors - as well
as those living an early subsistence lifestyle - likely lived
with a far more diverse microbiome. With a good degree
of consistency, international studies involving hunter-
gatherers and/or communities that remain relatively iso-
lated from westernization have shown higher levels of
gut and skin microbial diversity [136–138]. Without the
advantages of antimicrobials and vaccines, these groups
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are less well protected against pathogens and early-life
threats. However, it is now possible to theorize that
microbial diversity mediated by lifestyle plays a role in
later life-course NCD resilience among such groups [139].
Experimental studies suggest that losses in microbial di-
versity associated with westernized lifestyle might be a
product of diminished intake of certain dietary constitu-
ents, most notably fibre and phytochemicals [140, 141].
Notwithstanding the possibility of uniquely tailored
dietary plans for specific conditions, the preponderance
of evidence indicates that dietary patterns which favour
human health are those which support gut microbial di-
versity (or at least, specific shifts in bacterial dominance
linked to health) [142]; in turn, diets rich in healthy
plant foods and limited in animal products are also those
which appear to lessen the burden of greenhouse gas
emissions, environmental degradation and other threats
to planetary health [143–147]. For example, estimates
through to 2050 suggest that global expansion of
western-style dietary patterns rich in animal products
would lead to massive increases (80%) in greenhouse gas
emissions and require up to 740 million hectares of
additional cropland (compared with a healthy diet
modelled between the Mediterranean, pescetarian and
vegetarian diets) [147].
In the bonds between biopsychosocial medicine and
planetary health, we further underscore that the
microbiome isn’t exclusively a gut and diet story. Emer-
ging research shows that exposure to microbes associ-
ated with outdoor natural environments may also have
health-promoting properties, particularly in early life in
association with training the immune system. No longer
is the intact dermis considered a fortress wall impene-
trable to microbes; experimental evidence suggests that
skin microbes may have systemic immune activity which
opens the door to links between microbes in the total
lived environment and many aspects of health [33].
If cutaneous microbes have a systemic influence, it
magnifies the importance of the ways in which
urbanization and socioeconomic position links to the
skin microbiome and changing microbiomes within
homes and residential areas [148, 149]. Residential prox-
imity to trees and other aspects of natural environments
has been linked to mental health [150]. There are some
hints that this may be, at least partly, mediated by
immune-microbiota interactions via by contact with
microbes found in natural environments [16, 151–155].
Understanding the ways in which experience with na-
ture, especially early in life, influence subsequent attitudes
toward nature (which, in turn may determine certain pro-
social and pro-environmental behaviors) is a critical
research objective in the realm of planetary health. The
extent to which an individual values the natural world in
their daily life is measureable. For example, validated
scales of nature relatedness (also nature connectivity,
nature connectedness) collate individual awareness of,
and fascination with, the natural world; nature re-
latedness and the related scales assess the degree to
which an individual has an interest in making contact
with nature. Of importance to biopsychosocial medi-
cine and planetary health, nature relatedness has been
linked with psychological wellbeing, empathy, pro-
environmental attitudes and humanitarianism (and
negatively with materialism) [156–159].
The sum of existing research indicates that life course
experience with (and early perceptions of) nature can
shape nature relatedness and pro-environmental
attitudes/behaviors; since previous research published in
BioPsychoSocial Medicine [160] and elsewhere [161] indi-
cates that westernization and urbanization is coincident
with increasing psycho-emotional disconnect from nature,
researchers are actively exploring which types of environ-
ments (and activities therein) can elevate nature related-
ness and shape environmental attitudes that either
promote or detract from personal, public and planetary
health [162–167]. For example, emerging research shows
that children who frequently experience nature are likely
to develop greater emotional affinity to and support for
protecting biodiversity [168]. Moreover, understanding
specific types of human-nature relationships may help
predict pro-environmental behaviors [169].
Once again, this emerging research necessitates dis-
course concerning social and ecological considerations; if
green space and contact with natural environments is a
health asset, do all citizens have equitable access to nature
and opportunity to develop a psychological connection to
the Earth’s natural systems? The available research sug-
gests that not only does socioeconomic disadvantage push
dybiosis from one direction in the form of stress, ultra-
processed foods, pollution etc., it also does so by absentia;
disadvantage is often associated with less green space
access and opportunity to make contact with nature.
Moreover, lack of a living wage and the need to work
additional hours (or even two jobs) with minimum
compensation does little to open up time for recreation in
natural environments [31]. Time for outdoor recreation
may be an asset associated with affluence [170].
Thus, pairing limited time with limited financial
resources may reduce an individual’s ability to choose
foods and living environments that are likely to increase
personal microbial diversity. When individuals are faced
with providing nourishment for themselves and their de-
pendents, while under financial duress, there is only an
illusion of food choices as these individuals are often
limited to selecting from a wide array of inexpensive,
highly palatable, ultra-processed, high refined-fat and
low-fibre foods that promote dysbiotic drift. Further,
changing diet and activity patterns at individual and
Prescott et al. BioPsychoSocial Medicine  (2018) 12:7 Page 7 of 12
family levels requires time, energy and patience – some-
thing in short supply in societies most heavily affected by
shrinking microbial diversity. These are complex discus-
sions which include socio-political-economic ideologies
and the systems that maintain uneven power dynamics in
the context of biopsychosocial medicine [171].
These interconnected issues of high complexity need
to be explored from a variety of avenues; new interven-
tional birth cohorts, such as Born in Bradford [172], the
ORIGINS project [173], the ECHO project [174], and a
growing network of prevention intervention cohorts
which are now examining the influence of many of these
environmental domains on improving health outcomes
within an ecological frame work: local community
projects contributing to the planetary health narrative.
The goal is to explore wider protective and buffering fac-
tors that enhance resilience and reduce allostatic load,
such as building nature relatedness, interpersonal relation-
ships, purpose, mindfulness and positive emotions and
sleep. This will determine whether these ‘upstream’
approaches to wellness behaviour will have flow on effects
to the ‘usual’ risk targets (such as poor nutrition, physical
inactivity, stress and substance abuse) by influencing these
core behaviours through better relationships with self,
community and the environment. It is our hope that in
addition to scientific pursuit, that community cohorts,
especially those focused on young families, could be part
of the solutions in every community - actually nourishing
individuals and whole communities towards positive
change. In essence, cohorts studies represent a pathway
for global change to begin locally – the opportunity to en-
gage as part of an interconnected grass-roots strategy to
understand the complexities which can help promote
global health.
Conclusion
Personal health, and indeed that of human civilization at
large, is coupled to the health of natural systems within
the Earth’s biosphere. While biological diversity is a long
recognised feature of healthy environments, a wealth of
new data now reveal how microbial ecosystems sit at the
foundations of the many, diverse natural systems which
sustain human health [8]. Over the last century, human
activity and modern lifestyle changes have had a major
impact on ecosystems, large and small, with many of the
adverse consequences mediated through disturbances of
microbial ecosystems [8]. This includes effects on the
human microbiome – now known to have a critical
influence on most aspects of health and development,
with epigenetic and even transgenerational effects [8].
These perspectives underscore the need for an
integrated, ecological framework when considering the
human health and environmental challenges of the
twenty-first century. The emerging discipline of planetary
health is a multi-sectoral effort which recognises the inter-
connectivity of personal and public health with thriving
ecosystems, and the need for urgent systemic solutions to
address the health of the natural environment and our
relationship with it [3]. As such planetary health cannot
be uncoupled from biopsychosocial medicine, and vice
versa [5]. In this, it is crucial that resulting policies and
societal decisions are made with a comprehensive under-
standing of the nexus between lifestyle, the microbiome
and human health.
With advances in research, it is realistic to hope that the
microbial contribution to healthy ecosystems, spanning
macro to micro scales can be leveraged for personal,
public and planetary health to provide solutions to some
of our most pressing problems, including our ability to
sustain the life that nourishes and sustains humanity. In
the twentieth century, scientific medicine began its very
successful campaign against infectious disease, reducing
mortality and improving quality of life through innova-
tions in antimicrobial development, vaccines and a variety
of public health strategies, including anti-hunger pro-
grams. However, now the health pendulum has swung
such that so-called NCDs are now the leading cause of
mortality worldwide and disproportionally affect the most
vulnerable [175], indicating that the herd now needs to be
protected in other ways.
As we have outlined, planetary health is biopsychosocial
medicine. The individual consuming critical public health
information or sitting in the ‘waiting room’ is at once a
product of the health of the planet, and a significant deter-
minant of planetary health. We have used the emerging
microbiome science - acknowledging its current limita-
tions - to illustrate how an ‘unseen’ form of nature can
illuminate the connections between biopsychosocial medi-
cine and planetary health. While ‘manipulating the micro-
biome’ with advances in biomedicine may soon help to
prevent and treat NCDs, there is also a need to tackle the
causes of global dysbiosis. The etymological root of dys-
biosis means ‘life in distress’, and a rebalancing of the
scales of psychosocial - to match the privileged dominance
of biomedicine - may be a early priority of the growing
planetary health movement.
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NCDs: non-communicable diseases
Authors’ contributions
SLP: developed commentary, project oversight, research analysis and
approved the final manuscript. GW: assisted with research interpretation and
input of early origins, life-course perspectives. ACL provided research analysis
and developed manuscript draft. DLK: commentary oversight, research inter-
pretation, critical review of manuscript and input of public health perspec-
tives. All authors read and approved the final manuscript.
Ethics approval and consent to participate
Not applicable.
Prescott et al. BioPsychoSocial Medicine  (2018) 12:7 Page 8 of 12
Competing interests
SLP reports the following: Scientific Advisory Board and speakers fees from
Danone Nutricia, Schiphol, Netherlands and Nestlé Nutrition Institute,
Lausanne, Switzerland; consultancy fees from Bayer Dietary Supplements
Division, Whippany, NJ, USA; speakers fees from Health World Inc.,
Queensland, Australia; royalties from a trade paperback which discusses the
microbiome. GW reports no competing interests. ACL has received
consultancy fees from Genuine Health, Toronto, Canada; speakers fees from
Health World Inc., Queensland, Australia; royalties from a trade paperback
which discusses the microbiome. DLK reports no competing interests.
Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in
published maps and institutional affiliations.
Author details
1School of Medicine, University of Western Australia, Princess Margaret
Hospital, PO Box D184, Perth, WA 6001, Australia. 2Department of Public
Health Sciences, Henry Ford Hospital, Detroit, MI 48202, USA. 3in-VIVO,
Research Group of the Worldwide Universities Network (WUN), 6010 Park
Ave, Suite #4081, West New York, NJ 07093, USA. 4Prevention Research
Center, Yale University, Griffin Hospital, 130 Division St, Derby, CT 06418, USA.
Received: 15 March 2018 Accepted: 23 April 2018
References
1. Berry T. Healing the injuries we have inflicted on our planet. Health Prog.
1992;73:60–3.
2. Green JA, Shellenberger R. The dynamics of health and wellness: a
biopsychosocial approach. Holt, Rinehart, and Winston Inc. Fort Worth TX.
1991:p29.
3. Whitmee S, Haines A, Beyrer C, Boltz F, Capon AG, de Souza Dias BF, Ezeh A,
Frumkin H, Gong P, Head P, et al. Safeguarding human health in the
Anthropocene epoch: report of the Rockefeller Foundation-lancet
commission on planetary health. Lancet. 2015;386(10007):1973–2028.
4. Engel GL. The need for a new medical model: a challenge for biomedicine.
Science. 1977;196(4286):129–36.
5. Prescott SL, Logan AC, Millstein RA, Katszman MA: Biodiversity, the
human microbiome and mental health: moving toward a new clinical
ecology for the 21st century? Int J Biodiversity 2016, Volume
2016(Article ID 2718275):1–18.
6. Cardinale BJ, Duffy JE, Gonzalez A, Hooper DU, Perrings C, Venail P, Narwani
A, Mace GM, Tilman D, Wardle DA, et al. Biodiversity loss and its impact on
humanity. Nature. 2012;486(7401):59–67.
7. Bernstein AS. Biodiversity and public health. Annu Rev Public Health. 2014;
35:153–67.
8. Flandroy L, Poutahidis T, Berg G, Clarke G, Dao M-C, Decaestecker e FE,
Haahtela T, Massart S, Plovier H, et al. The impact of human activities and
lifestyles on the interlinked microbiota and health of humans and of
ecosystems. Sci Total Environ. 2018;627:1018–38.
9. Armour CR, Nayfach S, Pollard K, Sharpton TJ. A metagenomic meta-analysis
reveals functional signatures of health and disease in the human gut
microbiome. bioRxiv. 2018:286419. https://doi.org/10.1101/286419.
10. Gilbert JA, Blaser MJ, Caporaso JG, Jansson JK, Lynch SV, Knight R. Current
understanding of the human microbiome. Nat Med. 2018;24(4):392–400.
11. Whipps JM, Lewis K, Cooke RC. Mycoparasitism and plant disease control. In:
Burge NM, editor. Fungi in biological control systems: Manchester University
Press; 1988. p. 176.
12. Blaser MJ. Antibiotic use and its consequences for the normal microbiome.
Science. 2016;352(6285):544–5.
13. Locey KJ, Lennon JT. Scaling laws predict global microbial diversity. Proc
Natl Acad Sci U S A. 2016;113(21):5970–5.
14. Probandt D, Eickhorst T, Ellrott A, Amann R, Knittel K. Microbial life on a
sand grain: from bulk sediment to single grains. ISME J. 2018;12(2):623–33.
15. Ikoyi I, Fowler A, Schmalenberger A. One-time phosphate fertilizer
application to grassland columns modifies the soil microbiota and limits its
role in ecosystem services. Sci Total Environ. 2018;630:849–58.
16. Lakshmanan V, Cottone J, Bais HP. Killing two birds with one stone: natural
Rice Rhizospheric microbes reduce arsenic uptake and blast infections in
Rice. Front Plant Sci. 2016;7:1514.
17. Claus SP, Guillou H, Ellero-Simatos S. The gut microbiota: a major player
in the toxicity of environmental pollutants? NPJ Biofilms Microbiomes.
2016;2:16003.
18. Daisley BA, Trinder M, McDowell TW, Welle H, Dube JS, Ali SN, Leong HS,
Sumarah MW, Reid G. Neonicotinoid-induced pathogen susceptibility is
mitigated by lactobacillus plantarum immune stimulation in a Drosophila
melanogaster model. Sci Rep. 2017;7(1):2703.
19. Petersen C, Round JL. Defining dysbiosis and its influence on host immunity
and disease. Cell Microbiol. 2014;16(7):1024–33.
20. Logan AC, Jacka FN, Prescott SL. Immune-microbiota interactions: Dysbiosis
as a Global Health issue. Curr Allergy Asthma Rep. 2016;16(2):13.
21. Logan AC. Dysbiotic drift: mental health, environmental grey space, and
microbiota. J Physiol Anthropol. 2015;34:23.
22. Gilbert SF, Sapp J, Tauber AI. A symbiotic view of life: we have never been
individuals. Q Rev Biol. 2012;87(4):325–41.
23. Qin J, Li R, Raes J, Arumugam M, Burgdorf KS, Manichanh C, Nielsen T, Pons
N, Levenez F, Yamada T, et al. A human gut microbial gene catalogue
established by metagenomic sequencing. Nature. 2010;464(7285):59–65.
24. Bordenstein SR, Theis KR. Host biology in light of the microbiome: ten
principles of Holobionts and Hologenomes. PLoS Biol. 2015;13(8):e1002226.
25. DeLeon-Rodriguez N, Lathem TL, Rodriguez RL, Barazesh JM, Anderson BE,
Beyersdorf AJ, Ziemba LD, Bergin M, Nenes A, Konstantinidis KT.
Microbiome of the upper troposphere: species composition and prevalence,
effects of tropical storms, and atmospheric implications. Proc Natl Acad Sci
U S A. 2013;110(7):2575–80.
26. Kong HG, Kim BK, Song GC, Lee S, Ryu CM. Aboveground whitefly infestation-
mediated reshaping of the root microbiota. Front Microbiol. 2016;7:1314.
27. Jandhyala SM, Talukdar R, Subramanyam C, Vuyyuru H, Sasikala M,
Nageshwar Reddy D. Role of the normal gut microbiota. World J
Gastroenterol. 2015;21(29):8787–803.
28. Ramakrishna BS. Role of the gut microbiota in human nutrition and
metabolism. J Gastroenterol Hepatol. 2013;28 Suppl 4:9–17.
29. Haahtela T, Holgate S, Pawankar R, Akdis CA, Benjaponpitak S, Caraballo L,
Demain J, Portnoy J, von Hertzen L, Change WAOSCoC et al. the
biodiversity hypothesis and allergic disease: world allergy organization
position statement. World Allergy Organ J. 2013;6(1):3.
30. Prescott SL. Origins: early-life solutions to the modern health crisis. UWA
publishing; 2015.
31. Prescott SL, Logan AC. Transforming Life: A Broad View of the
Developmental Origins of Health and Disease Concept from an Ecological
Justice Perspective. Int J Environ Res Public Health. 2016;13(11):E1075.
32. Renz H, Holt PG, Inouye M, Logan AC, Prescott SL, Sly PD. An exposome
perspective: early-life events and immune development in a changing
world. J Allergy Clin Immunol. 2017;140(1):24–40.
33. Prescott SL, Larcombe DL, Logan AC, West C, Burks W, Caraballo L, Levin M,
Etten EV, Horwitz P, Kozyrskyj A, et al. The skin microbiome: impact of
modern environments on skin ecology, barrier integrity, and systemic
immune programming. World Allergy Organ J. 2017;10(1):29.
34. WHO. Monitoring anthelmintic efficacy for soil-transmitted helminths (STH).
Geneva: World Health Organization; 2008.
35. Rosa BA, Supali T, Gankpala L, Djuardi Y, Sartono E, Zhou Y, Fischer K, Martin
J, Tyagi R, Bolay FK, et al. Differential human gut microbiome assemblages
during soil-transmitted helminth infections in Indonesia and Liberia.
Microbiome. 2018;6(1):33.
36. Rook GA. Review series on helminths, immune modulation and the hygiene
hypothesis: the broader implications of the hygiene hypothesis.
Immunology. 2009;126(1):3–11.
37. Katz DL. Unity, Balance, Power. Huffington Post Aug 12, 2013. https://www.
huffingtonpost.com/david-katz-md/health-research_b_3427663.html.
Accessed 12 Mar 2018.
38. Hegstrand LR, Hine RJ. Variations of brain histamine levels in germ-free and
nephrectomized rats. Neurochem Res. 1986;11(2):185–91.
39. Gaykema RP, Goehler LE, Lyte M. Brain response to cecal infection with
campylobacter jejuni: analysis with Fos immunohistochemistry. Brain Behav
Immun. 2004;18:238–45.
40. Wang X, Wang BR, Zhang XJ, Xu Z, Ding YQ, Ju G. Evidences for vagus
nerve in maintenance of immune balance and transmission of immune
information from gut to brain in STM-infected rats. World J Gastroenterol.
2002;8(3):540–5.
41. Logan AC, Venket Rao A, Irani D. Chronic fatigue syndrome: lactic acid
bacteria may be of therapeutic value. Med Hypotheses. 2003;60(6):915–23.
Prescott et al. BioPsychoSocial Medicine  (2018) 12:7 Page 9 of 12
42. Logan AC, Katzman M. Major depressive disorder: probiotics may be an
adjuvant therapy. Med Hypotheses. 2005;64:533–8.
43. Sudo N, Chida Y, Aiba Y, Sonoda J, Oyama N, Yu XN, Kubo C, Koga Y.
postnatal microbial colonization programs the hypothalamic-pituitary-
adrenal system for stress response in mice. J Physiol. 2004;558(Pt 1):263–75.
44. Diaz Heijtz R, Wang S, Anuar F, Qian Y, Bjorkholm B, Samuelsson A, Hibberd
ML, Forssberg H, Pettersson S. Normal gut microbiota modulates brain
development and behavior. Proc Natl Acad Sci U S A. 2011;108(7):3047–52.
45. Foster JA, Rinaman L, Cryan JF. Stress & the gut-brain axis: regulation by the
microbiome. Neurobiol Stress. 2017;7:124–36.
46. Kelly JR, Minuto C, Cryan JF, Clarke G, Dinan TG. Cross talk: the microbiota
and neurodevelopmental disorders. Front Neurosci. 2017;11:490.
47. Forsythe P, Bienenstock J, Kunze WA. Vagal pathways for microbiome-brain-
gut axis communication. Adv Exp Med Biol. 2014;817:115–33.
48. Stevens BR, Goel R, Seungbum K, Richards EM, Holbert RC, Pepine CJ,
Raizada MK. Increased human intestinal barrier permeability plasma
biomarkers zonulin and FABP2 correlated with plasma LPS and altered gut
microbiome in anxiety or depression. Gut. 2017.
49. Marx W, Moseley G, Berk M, Jacka F. Nutritional psychiatry: the present state
of the evidence. Proc Nutr Soc. 2017;76(4):427–36.
50. Martinez-Guryn K, Hubert N, Frazier K, Urlass S, Musch MW, Ojeda P, Pierre
JF, Miyoshi J, Sontag TJ, Cham CM, et al. Small Intestine Microbiota Regulate
Host Digestive and Absorptive Adaptive Responses to Dietary Lipids. Cell
Host Microbe. 2018;23(4):458–69. e455
51. Partrick KA, Chassaing B, Beach LQ, McCann KE, Gewirtz AT, Huhman KL.
Acute and repeated exposure to social stress reduces gut microbiota
diversity in Syrian hamsters. Behav Brain Res. 2018;345:39–48.
52. Galley JD, Nelson MC, Yu Z, Dowd SE, Walter J, Kumar PS, Lyte M, Bailey MT.
Exposure to a social stressor disrupts the community structure of the
colonic mucosa-associated microbiota. BMC Microbiol. 2014;14:189.
53. Knowles SR, Nelson EA, Palombo EA. Investigating the role of
perceived stress on bacterial flora activity and salivary cortisol
secretion: a possible mechanism underlying susceptibility to illness.
Biol Psychol. 2008;77(2):132–7.
54. Sundin J, Rangel I, Fuentes S, Heikamp-de Jong I, Hultgren-Hornquist E, de
Vos WM, Brummer RJ. Altered faecal and mucosal microbial composition in
post-infectious irritable bowel syndrome patients correlates with mucosal
lymphocyte phenotypes and psychological distress. Aliment Pharmacol
Ther. 2015;41(4):342–51.
55. Zijlmans MA, Korpela K, Riksen-Walraven JM, de Vos WM, de Weerth C.
Maternal prenatal stress is associated with the infant intestinal microbiota.
Psychoneuroendocrinology. 2015;53:233–45.
56. Karl JP, Margolis LM, Madslien EH, Murphy NE, Castellani JW, Gundersen Y,
Hoke AV, Levangie MW, Kumar R, Chakraborty N, et al. Changes in intestinal
microbiota composition and metabolism coincide with increased intestinal
permeability in young adults under prolonged physiologic stress. Am J
Physiol Gastrointest Liver Physiol. 2017:ajpgi 00066 02017.
57. Jiang H, Ling Z, Zhang Y, Mao H, Ma Z, Yin Y, Wang W, Tang W, Tan Z, Shi J,
et al. Altered fecal microbiota composition in patients with major
depressive disorder. Brain Behav Immun. 2015;48:186–94.
58. Hemmings SMJ, Malan-Muller S, van den Heuvel LL, Demmitt BA,
Stanislawski MA, Smith DG, Bohr AD, Stamper CE, Hyde ER, Morton JT, et al.
The microbiome in posttraumatic stress disorder and trauma-exposed
controls: an exploratory study. Psychosom Med. 2017;79(8):936–46.
59. Naseribafrouei A, Hestad K, Avershina E, Sekelja M, Linlokken A, Wilson R,
Rudi K. Correlation between the human fecal microbiota and depression.
Neurogastroenterol Motil. 2014;26(8):1155–62.
60. Schwarz E, Maukonen J, Hyytiainen T, Kieseppa T, Oresic M, Sabunciyan S,
Mantere O, Saarela M, Yolken R, Suvisaari J. Analysis of microbiota in first
episode psychosis identifies preliminary associations with symptom severity
and treatment response. Schizophr Res. 2018;192:398–403.
61. Lin P, Ding B, Feng C, Yin S, Zhang T, Qi X, Lv H, Guo X, Dong K, Zhu Y, et
al. Prevotella and Klebsiella proportions in fecal microbial communities are
potential characteristic parameters for patients with major depressive
disorder. J Affect Disord. 2017;207:300–4.
62. Evans SJ, Bassis CM, Hein R, Assari S, Flowers SA, Kelly MB, Young VB,
Ellingrod VE, McInnis MG. The gut microbiome composition associates with
bipolar disorder and illness severity. J Psychiatr Res. 2017;87:23–9.
63. Slykerman RF, Thompson J, Waldie KE, Murphy R, Wall C, Mitchell EA.
Antibiotics in the first year of life and subsequent neurocognitive outcomes.
Acta Paediatr. 2017;106(1):87–94.
64. Lurie I, Yang YX, Haynes K, Mamtani R, Boursi B. Antibiotic exposure and the
risk for depression, anxiety, or psychosis: a nested case-control study. The
Journal of clinical psychiatry. 2015;76(11):1522–8.
65. Kim HN, Yun Y, Ryu S, Chang Y, Kwon MJ, Cho J, Shin H, Kim HL. Correlation
between gut microbiota and personality in adults: a cross-sectional study.
Brain Behav Immun. 2018;69:374–85.
66. Chen Z, Li J, Gui S, Zhou C, Chen J, Yang C, Hu Z, Wang H, Zhong X, Zeng
L, et al. Comparative metaproteomics analysis shows altered fecal
microbiota signatures in patients with major depressive disorder.
Neuroreport. 2018;29(5):417–25.
67. Zheng P, Zeng B, Zhou C, Liu M, Fang Z, Xu X, Zeng L, Chen J, Fan S, Du X,
et al. Gut microbiome remodeling induces depressive-like behaviors
through a pathway mediated by the host's metabolism. Mol Psychiatry.
2016;21(6):786–96.
68. De Palma G, Lynch MD, Lu J, Dang VT, Deng Y, Jury J, Umeh G, Miranda
PM, Pigrau Pastor M, Sidani S, et al. Transplantation of fecal microbiota from
patients with irritable bowel syndrome alters gut function and behavior in
recipient mice. Sci Transl Med. 2017;9(379)
69. Kelly JR, Borre Y, OB C, Patterson E, El Aidy S, Deane J, Kennedy PJ, Beers S,
Scott K, Moloney G, et al. Transferring the blues: depression-associated gut
microbiota induces neurobehavioural changes in the rat. J Psychiatr Res.
2016;82:109–18.
70. Gur TL, Bailey MT. Effects of stress on commensal microbes and immune
system activity. Adv Exp Med Biol. 2016;874:289–300.
71. Konturek PC, Brzozowski T, Konturek SJ. Stress and the gut:
pathophysiology, clinical consequences, diagnostic approach and treatment
options. J Physiol Pharmacol. 2011;62(6):591–9.
72. Lewis JD, Chen EZ, Baldassano RN, Otley AR, Griffiths AM, Lee D, Bittinger K,
Bailey A, Friedman ES, Hoffmann C, et al. Inflammation, antibiotics, and diet
as environmental stressors of the gut microbiome in pediatric Crohn's
disease. Cell Host Microbe. 2015;18(4):489–500.
73. Tryon MS, Carter CS, Decant R, Laugero KD. Chronic stress exposure may
affect the brain's response to high calorie food cues and predispose to
obesogenic eating habits. Physiol Behav. 2013;120:233–42.
74. Steinsbekk S, Barker ED, Llewellyn C, Fildes A, Wichstrom L. Emotional
feeding and emotional eating: reciprocal processes and the influence of
negative affectivity. Child Dev. 2017;
75. Errisuriz VL, Pasch KE, Perry CL. Perceived stress and dietary choices: the
moderating role of stress management. Eat Behav. 2016;22:211–6.
76. Leigh SJ, Lee F, Morris MJ. Hyperpalatability and the generation of obesity:
roles of environment, stress exposure and individual difference. Curr Obes
Rep. 2018;7(1):6–18.
77. Prescott SL, Logan AC. Each meal matters in the exposome: biological and
community considerations in fast-food-socioeconomic associations. Econ
Hum Biol. 2017;27(Pt B):328–35.
78. Logan AC, Prescott SL. Astrofood, priorities and pandemics: reflections of an
ultra-processed breakfast program and contemporary dysbiotic drift.
Challenges. 2017;8(2):24.
79. Reardon S. Gut-brain link grabs neuroscientists. Nature. 2014;515(7526):
175–7.
80. Garber K. Drugging the gut microbiome. Nat Biotechnol. 2015;33(3):228–31.
81. Reid G, Food, Agricultural Organization of the United N, the WHO. the
importance of guidelines in the development and application of probiotics.
Curr Pharm Des. 2005;11(1):11–6.
82. Gibson GR, Hutkins R, Sanders ME, Prescott SL, Reimer RA, Salminen SJ,
Scott K, Stanton C, Swanson KS, Cani PD, et al. Expert consensus document:
the international scientific Association for Probiotics and Prebiotics (ISAPP)
consensus statement on the definition and scope of prebiotics. Nat Rev
Gastroenterol Hepatol. 2017;
83. Wallace CJK, Milev R. The effects of probiotics on depressive symptoms in
humans: a systematic review. Ann General Psychiatry. 2017;16:14.
84. Slykerman RF, Hood F, Wickens K, Thompson JMD, Barthow C, Murphy
R, Kang J, Rowden J, Stone P, Crane J, et al. Effect of lactobacillus
rhamnosus HN001 in pregnancy on postpartum symptoms of
depression and anxiety: a randomised double-blind placebo-controlled
trial. EBioMedicine. 2017.
85. Papalini S, M F, Kohn N, Wegman J, van Hemert S, Roelofs K, Vasquez AA,
Aarts E. Stress matters: a double-blind, randomized controlled trial on the
effects of a multispecies probiotic on neurocognition. BioRxiv. 2018:263673.
86. Nakakita Y, Tsuchimoto N, Takata Y, Nakamura T. Effect of dietary heat-killed
lactobacillus brevis SBC8803 (SBL88) on sleep: a non-randomised, double
Prescott et al. BioPsychoSocial Medicine  (2018) 12:7 Page 10 of 12
blind, placebo-controlled, and crossover pilot study. Benef Microbes. 2016:
1–10.
87. Nishida K, Sawada D, Kuwano Y, Sugawara T, Aoki Y, Fujiwara S, Rokutan K.
Daily administration of paraprobiotic lactobacillus gasseri CP2305
ameliorates chronic stress-associated symptoms in Japanese medical
students. J Functional Food. 2017;36:112–21.
88. Sashihara T, Nagata M, Mori T, Ikegami S, Gotoh M, Okubo K, Uchida M, Itoh
H. Effects of lactobacillus gasseri OLL2809 and alpha-lactalbumin on
university-student athletes: a randomized, double-blind, placebo-controlled
clinical trial. Appl Physiol Nutr Metab. 2013;38(12):1228–35.
89. Monoi N, Matsuno A, Nagamori Y, Kimura E, Nakamura Y, Oka K, Sano T,
Midorikawa T, Sugafuji T, Murakoshi M, et al. Japanese sake yeast
supplementation improves the quality of sleep: a double-blind randomised
controlled clinical trial. J Sleep Res. 2016;25(1):116–23.
90. Hilimire MR, DeVylder JE, Forestell CA. Fermented foods, neuroticism, and
social anxiety: an interaction model. Psychiatry Res. 2015;228(2):203–8.
91. Miyake Y, Tanaka K, Okubo H, Sasaki S, Arakawa M. Intake of dairy products
and calcium and prevalence of depressive symptoms during pregnancy in
Japan: a cross-sectional study. BJOG. 2015;122(3):336–43.
92. Shida K, Sato T, Iizuka R, Hoshi R, Watanabe O, Igarashi T, Miyazaki K,
Nanno M, Ishikawa F. Daily intake of fermented milk with lactobacillus
casei strain Shirota reduces the incidence and duration of upper
respiratory tract infections in healthy middle-aged office workers. Eur J
Nutr. 2017;56(1):45–53.
93. Nishihara J, Kagami-Katsuyama H, Tanaka A, Nishimura M, Kobayashi T,
Kawasaki Y. Elevation of natural killer cell activity and alleviation of mental
stress by the consumption of yogurt containing lactobacillus gasseri
SBT2055 and Bifidobacterium longum SBT2928 in a double-blind, placebo-
controlled clinical trial. J Funct Food. 2014;11:261–8.
94. Tillisch K, Labus J, Kilpatrick L, Jiang Z, Stains J, Ebrat B, Guyonnet D,
Legrain-Raspaud S, Trotin B, Naliboff B, et al. Consumption of fermented
milk product with probiotic modulates brain activity. Gastroenterology. 2013;
144(7):1394–401. 1401 e1391–1394
95. Robine JM, Cubaynes S. Worldwide demography of centenarians. Mech
Ageing Dev. 2017;165(Pt B):59–67.
96. Avendano M, Kawachi I. Why do Americans have shorter life expectancy
and worse health than do people in other high-income countries? Annu
Rev Public Health. 2014;35:307–25.
97. Castagne R, Gares V, Karimi M, Chadeau-Hyam M, Vineis P, Delpierre C, Kelly-
Irving M, Lifepath C. Allostatic load and subsequent all-cause mortality:
which biological markers drive the relationship? Findings from a UK birth
cohort. Eur J Epidemiol. 2018;
98. Kim GR, Jee SH, Pikhart H. Role of allostatic load and health behaviours in
explaining socioeconomic disparities in mortality: a structural equation
modelling approach. J Epidemiol Community Health. 2018;
99. Rothschild D, Weissbrod O, Barkan E, Kurilshikov A, Korem T, Zeevi D, Costea
PI, Godneva A, Kalka IN, Bar N, et al. Environment dominates over host
genetics in shaping human gut microbiota. Nature. 2018;555(7695):210–5.
100. Singh RK, Chang HW, Yan D, Lee KM, Ucmak D, Wong K, Abrouk M,
Farahnik B, Nakamura M, Zhu TH, et al. Influence of diet on the gut
microbiome and implications for human health. J Transl Med. 2017;15(1):73.
101. Mahajan R, Goel G, Attri S. Microbe-bio-chemical insight: reviewing interactions
between dietary polyphenols and gut microbiota. Mini Rev Med Chem. 2016;
102. Kina-Tanada M, Sakanashi M, Tanimoto A, Kaname T, Matsuzaki T,
Noguchi K, Uchida T, Nakasone J, Kozuka C, Ishida M, et al. Long-term
dietary nitrite and nitrate deficiency causes the metabolic syndrome,
endothelial dysfunction and cardiovascular death in mice. Diabetologia.
2017;60(6):1138–51.
103. Pyndt Jorgensen B, Winther G, Kihl P, Nielsen DS, Wegener G, Hansen
AK, Sorensen DB. Dietary magnesium deficiency affects gut microbiota
and anxiety-like behaviour in C57BL/6N mice. Acta Neuropsychiatr.
2015;27(5):307–11.
104. Feng ZM, Li TJ, Wu L, Xiao DF, Blachier F, yin YL. monosodium L-glutamate
and dietary fat differently modify the composition of the intestinal
microbiota in growing pigs. Obes Facts. 2015;8(2):87–100.
105. Yang Y, Zheng L, Wang L, Wang S, Wang Y, Han Z. Effects of high fructose
and salt feeding on systematic metabonome probed via (1) H NMR
spectroscopy. Magn Reson Chem. 2015;53(4):295–303.
106. Uebanso T, Ohnishi A, Kitayama R, Yoshimoto A, Nakahashi M, Shimohata T,
Mawatari K, Takahashi A. Effects of low-dose non-caloric sweetener
consumption on gut microbiota in mice. Nutrients. 2017;9(6)
107. Chassaing B, Van de Wiele T, De Bodt J, Marzorati M, Gewirtz AT. Dietary
emulsifiers directly alter human microbiota composition and gene expression
ex vivo potentiating intestinal inflammation. Gut. 2017;66(8):1414–27.
108. Jin Y, Wu S, Zeng Z, Fu Z. Effects of environmental pollutants on gut
microbiota. Environ Pollut. 2017;222:1–9.
109. Aitbali Y, Ba-M'hamed S, Elhidar N, Nafis A, Soraa N, Bennis M. Glyphosate
based- herbicide exposure affects gut microbiota, anxiety and depression-
like behaviors in mice. Neurotoxicol Teratol. 2018;
110. Hu J, Raikhel V, Gopalakrishnan K, Fernandez-Hernandez H, Lambertini L,
Manservisi F, Falcioni L, Bua L, Belpoggi F, LT S, et al. effect of postnatal low-
dose exposure to environmental chemicals on the gut microbiome in a
rodent model. Microbiome. 2016;4(1):26.
111. Luevano-Contreras C, Gomez-Ojeda A, Macias-Cervantes MH, Garay-Sevilla
ME. Dietary advanced glycation end products and Cardiometabolic risk.
Current diabetes reports. 2017;17(8):63.
112. Snelson M, Clarke R, Tan SM, Nguyen TV, Penfold S, Thalles-Bonke V, Kellow
NJ, Sourris K, Cooper M, Coughlan M: Excess consumption of dietary
advanced glycation end-products induces changes in gut microbiota which
is associated with inflammation. Nutr Diet 2016, (Suppl 1)(73):26.
113. Chilton SN, Burton JP, Reid G. Inclusion of fermented foods in food guides
around the world. Nutrients. 2015;7(1):390–404.
114. Vitali B, Minervini G, Rizzello CG, Spisni E, Maccaferri S, Brigidi P, Gobbetti M,
Di Cagno R. Novel probiotic candidates for humans isolated from raw fruits
and vegetables. Food Microbiol. 2012;31(1):116–25.
115. Baraldi LG, Martinez Steele E, Canella DS, Monteiro CA. Consumption of
ultra-processed foods and associated sociodemographic factors in the USA
between 2007 and 2012: evidence from a nationally representative cross-
sectional study. BMJ Open. 2018;8(3):e020574.
116. Skinner AC, Ravanbakht SN, Skelton JA, Perrin EM, Armstrong SC. Prevalence
of obesity and severe obesity in US children, 1999-2016. Pediatrics. 2018;
117. Samuelson DR, Shellito JE, Maffei VJ, Tague ED, Campagna SR, Blanchard EE,
Luo M, Taylor CM, Ronis MJJ, Molina PE, et al. Alcohol-associated intestinal
dysbiosis impairs pulmonary host defense against Klebsiella pneumoniae.
PLoS Pathog. 2017;13(6):e1006426.
118. Monda V, Villano I, Messina A, Valenzano A, Esposito T, Moscatelli F,
Viggiano A, Cibelli G, Chieffi S, Monda M, et al. Exercise modifies the gut
microbiota with positive health effects. Oxidative Med Cell Longev. 2017;
2017:3831972.
119. Krueger JM, Opp MR. Sleep and microbes. Int Rev Neurobiol. 2016;131:207–25.
120. Ishaq HM, Shahzad M, Wu X, Ma C, Xu J. molecular characterization of fecal
microbiota of healthy Chinese tobacco smoker subjects in Shaanxi Province,
Xi'an China. J Ayub Med Coll Abbottabad. 2017;29(1):3–7.
121. Li R, Yang J, Saffari A, Jacobs J, Baek KI, Hough G, Larauche MH, Ma J, Jen N,
Moussaoui N, et al. Ambient ultrafine particle ingestion alters gut
microbiota in association with increased Atherogenic lipid metabolites. Sci
Rep. 2017;7:42906.
122. Bisanz JE, Enos MK, Mwanga JR, Changalucha J, Burton JP, Gloor GB, Reid G.
Randomized open-label pilot study of the influence of probiotics and the
gut microbiome on toxic metal levels in Tanzanian pregnant women and
school children. MBio. 2014;5(5):e01580–14.
123. Cedergreen N. Quantifying synergy: a systematic review of mixture toxicity
studies within environmental toxicology. PLoS One. 2014;9(5):e96580.
124. Liess M, Foit K, Knillmann S, Schafer RB, Liess HD. Predicting the synergy of
multiple stress effects. Sci Rep. 2016;6:32965.
125. Miller GE, Engen PA, Gillevet PM, Shaikh M, Sikaroodi M, Forsyth CB, Mutlu E,
Keshavarzian A. Lower neighborhood socioeconomic status associated with
reduced diversity of the colonic microbiota in healthy adults. PLoS One.
2016;11(2):e0148952.
126. Partty A, Kalliomaki M, Wacklin P, Salminen S, Isolauri E. A possible link
between early probiotic intervention and the risk of neuropsychiatric disorders
later in childhood: a randomized trial. Pediatr Res. 2015;77(6):823–8.
127. Norman J, Kelly B, Boyland E, McMahon AT. The impact of marketing and
advertising on food Behaviours: evaluating the evidence for a causal
relationship. Curr Nutr Rep. 2016;5:139.
128. Moodie R, Stuckler D, Monteiro C, Sheron N, Neal B, Thamarangsi T, Lincoln
P, Casswell S, Lancet NCDAG. Profits and pandemics: prevention of harmful
effects of tobacco, alcohol, and ultra-processed food and drink industries.
Lancet. 2013;381(9867):670–9.
129. Malone RE, Chapman S, Gupta PC, Nakkash R, Ntiabang T, Bianco E, Saloojee
Y, Vathesatogkit P, Huber L, Bostic C, et al. A "frank statement" for the 21st
century? Tob Control. 2017;26(6):611–2.
Prescott et al. BioPsychoSocial Medicine  (2018) 12:7 Page 11 of 12
130. Moodie AR. What public health practitioners need to know about unhealthy
industry tactics. Am J Public Health. 2017;107(7):1047–9.
131. Lee CW. The roots of astroturfing. Contexts. 2010;9(1):73–5.
132. Donohoe M. Corporate front groups and the abuse of science. Z Magazine.
2007, Oct:42–6.
133. Clapp J, Scrinis G. Big food, nutritionism, and corporate power.
Globalizations. 2017;14:578–95.
134. Leon KS, Ken I. Food fraud and the partnership for a ‘healthier’ America: a
case study in state-corporate crime. Crit Crim. 2017; In Press
135. Daube M, Moodie R, McKee M. Towards a smoke-free world? Philip Morris
International's new foundation is not credible. Lancet. 2017;390(10104):1722–4.
136. Gupta VK, Paul S, Dutta C. Geography, ethnicity or subsistence-specific
variations in human microbiome composition and diversity. Front Microbiol.
2017;8:1162.
137. Segata N. Gut microbiome: westernization and the disappearance of
intestinal diversity. Curr Biol. 2015;25(14):R611–3.
138. Winglee K, Howard AG, Sha W, Gharaibeh RZ, Liu J, Jin D, Fodor AA,
Gordon-Larsen P. Recent urbanization in China is correlated with a
westernized microbiome encoding increased virulence and antibiotic
resistance genes. Microbiome. 2017;5(1):121.
139. McDade TW, Ryan C, Jones MJ, MacIsaac JL, Morin AM, Meyer JM, Borja JB,
Miller GE, Kobor MS, Kuzawa CW. Social and physical environments early in
development predict DNA methylation of inflammatory genes in young
adulthood. Proc Natl Acad Sci U S A. 2017;114(29):7611–6.
140. Sonnenburg ED, Smits SA, Tikhonov M, Higginbottom SK, Wingreen NS,
Sonnenburg JL. Diet-induced extinctions in the gut microbiota compound
over generations. Nature. 2016;529(7585):212–5.
141. Thaiss CA, Itav S, Rothschild D, Meijer M, Levy M, Moresi C, Dohnalova L,
Braverman S, Rozin S, Malitsky S, et al. Persistent microbiome alterations
modulate the rate of post-dieting weight regain. Nature. 2016.
142. Pallister T, Spector TD. Food: a new form of personalised (gut microbiome)
medicine for chronic diseases? J R Soc Med. 2016;109(9):331–6.
143. Hendrie GA, Baird D, Ridoutt B, Hadjikakou M, Noakes M. Overconsumption
of energy and excessive discretionary food intake inflates dietary
greenhouse gas emissions in Australia. Nutrients. 2016;8(11).
144. Lacour C, Seconda L, Allès B, Hercberg S, Langevin B, Pointereau P, Lairon D,
Baudry J, Kesse-Guyot E. Environmental Impacts of Plant-Based Diets: How
Does Organic Food Consumption Contribute to Environmental
Sustainability? Front Nutr. 2018. https://doi.org/10.3389/fnut.2018.00008.
145. van de Kamp ME, Seves SM, Temme EHM. Reducing GHG emissions while
improving diet quality: exploring the potential of reduced meat, cheese and
alcoholic and soft drinks consumption at specific moments during the day.
BMC Public Health. 2018;18(1):264.
146. Katz DL, Meller S. Can we say what diet is best for health? Annu Rev Public
Health. 2014;35:83–103.
147. Tilman D, Clark M. Global diets link environmental sustainability and human
health. Nature. 2014;515(7528):518–22.
148. Parajuli A, Grönroos M, Siter N, Puhakka R, Vari HK, Roslund MI, Jumpponen
A, Nurminen N, Laitinen OH, Hyöty H, et al. Urbanization reduces transfer of
diverse environmental microbiota indoors. Front Microbiol. 2018. https://doi.
org/10.3389/fmicb.2018.00084.
149. Kim HJ, Kim H, Kim JJ, Myeong NR, Kim T, Park T, Kim E, Choi JY, Lee J, An S,
et al. Fragile skin microbiomes in megacities are assembled by a
predominantly niche-based process. Sci Adv. 2018;4(3):e1701581.
150. Barton J, Rogerson M. The importance of greenspace for mental health.
BJPsych Int. 2017;14(4):79–81.
151. Stamper CE, Hoisington AJ, Gomez OM, Halweg-Edwards AL, Smith DG,
Bates KL, Kinney KA, Postolache TT, Brenner LA, Rook GA, et al. The
microbiome of the built environment and human behavior: implications for
emotional health and well-being in postmodern western societies. Int Rev
Neurobiol. 2016;131:289–323.
152. Muller-Rompa SEK, Markevych I, Hose AJ, Loss G, Wouters IM, Genuneit J,
Braun-Fahrlander C, Horak E, Boznanski A, Heederik D, et al. An approach to
the asthma-protective farm effect by geocoding: good farms and better
farms. Pediatr Allergy Immunol. 2018.
153. Craig JM, Logan AC, Prescott SL. Natural environments, nature relatedness
and the ecological theater: connecting satellites and sequencing to shinrin-
yoku. J Physiol Anthropol. 2016;35(1).
154. Siebler PH, Heinze JD, Kienzle DM, Hale MW, Lukkes JL, Donner NC,
Kopelman JM, Rodriguez OA, Lowry CA. Acute Administration of the
Nonpathogenic, saprophytic bacterium, Mycobacterium vaccae, induces
activation of serotonergic neurons in the dorsal raphe nucleus and
antidepressant-like behavior in association with mild hypothermia. Cell Mol
Neurobiol. 2017;
155. Fyhrquist N, Ruokolainen L, Suomalainen A, Lehtimaki S, Veckman V,
Vendelin J, Karisola P, Lehto M, Savinko T, Jarva H, et al. Acinetobacter
species in the skin microbiota protect against allergic sensitization and
inflammation. J Allergy Clin Immunol. 2014;134(6):1301–9. e1311
156. Capaldi CA, Dopko RL, Zelenski JM. The relationship between nature
connectedness and happiness: a meta-analysis. Front Psychol. 2014;5:976.
157. Martyn P, Brymer E. The relationship between nature relatedness and
anxiety. J Health Psychol. 2016;21(7):1436–45.
158. Nisbet EK, Zelenski JM. Underestimating nearby nature: affective forecasting
errors obscure the happy path to sustainability. Psychol Sci. 2011;22(9):1101–6.
159. Metz AL. Back to nature: the relationship between nature relatedness on
empathy and narcissism in the millennial generation. Vistas Online. 2017;11:
1–14.
160. Logan AC, Selhub EM. Vis Medicatrix naturae: does nature "minister to the
mind"? Biopsychosoc Med. 2012;6(1):11.
161. Soga M, Gaston KJ. Extinction of experience: the loss of human-nature
interactions. Front Ecol Environ. 2016;14(2):94–101.
162. Wyles KL, White MP, Hattam C, Pahl S, King H, Austen M. Are some natural
environments more psychologically beneficial than others? The importance
of type and quality on connectedness to nature and psychological
restoration. Environ Behav. 2017. https://doi.org/10.1177/0013916517738312.
163. Flowers EP, Freeman P, Gladwell VF. A cross-sectional study examining
predictors of visit frequency to local green space and the impact this has
on physical activity levels. BMC Public Health. 2016;16:420.
164. Cox DT, Shanahan DF, Hudson HL, Fuller RA, Anderson K, Hancock S, Gaston
KJ. Doses of nearby nature simultaneously associated with multiple health
benefits. Int J Environ Res Public Health. 2017;14(2).
165. Shanahan DF, Cox DT, Fuller RA, Hancock S, Lin BB, Anderson K, Bush R,
Gaston KJ. Variation in experiences of nature across gradients of tree cover
in compact and sprawling cities. Landscape Urban Plan. 2017;157:231–8.
166. Whitburn J, Linklater WL, Milfont TL. Exposure to Urban Nature and Tree
Planting Are Related to Pro-Environmental Behavior via Connection to
Nature, the Use of Nature for Psychological Restoration, and Environmental
Attitudes. Environ Behav. 2018. In Press
167. Asah ST, Bengston DN, Westphal LM, Gowan CH. Mechanisms of children’s
exposure to nature: predicting adulthood environmental citizenship and
commitment to nature-based activities. Environ Behav. 2017. https://doi.org/
10.1177/0013916517718021.
168. Soga M, Gaston KJ, Yamaura Y, Kurisu K, Hanaki K. Both direct and vicarious
experiences of nature affect Children's willingness to conserve biodiversity.
Int J Environ Res Public Health. 2016;13(6).
169. Braito MT, Bock K, Flint C, Muhar A, Muhar S, Penker M. Human-nature
relationships and linkages to environmental behaviour. Environ Val. 2017;26:
365–89.
170. Crouse DL, Pinault L, Balram A, Hystad P, Peters PA, H v C, an Donkelaar A,
Martin RV, Ménard R, Robichaud A, et al. Urban greenness and mortality in
Canada's largest cities: a national cohort study. Lancet Planetary Health.
2017;1:e289–97.
171. Benatar S, Upshur R, Gill S. Understanding the relationship between ethics,
neoliberalism and power as a step towards improving the health of people
and our planet. Anthropocene Rev. 2018. In Press.
172. Born in Bradford. Community cohort. https://borninbradford.nhs.uk/.
Accessed 12 Mar 2018.
173. The ORIGINS Project. A Local Community Project with a Global Vision.
Telethon Kids Institute. https://originsproject.telethonkids.org.au/. Accessed
12 Mar 2018.
174. Gillman MW, Blaisdell CJ. Environmental influences on child health
outcomes, a research program of the National Institutes of Health. Curr
Opin Pediatr. 2018;30(2):260–2.
175. Allen LN, Feigl AB. What's in a name? A call to reframe non-communicable
diseases. Lancet Glob Health. 2017;5(2):e129–30.
Prescott et al. BioPsychoSocial Medicine  (2018) 12:7 Page 12 of 12
